venous return and filling pressure, because it was often forgotten in a condition much more common than atrial septal defect, namely, acute cardiac infarction. There was a good deal of evidence to suggest that elevation of the venous pressure here was beneficial, helping the function ofthe newly injured heart, and the use of powerful diuretics might cause cardiac arrest or 'cardiogenic shock'. Crohn (Westergren) . Sigmoidoscopy to 18 cm showed nonspecific granular changes only. Rectal biopsy showed very slight cedema and very mild inflammatory changes in the mucous membrane with no evidence of previous or present ulceration. Culture of pus produced mixed organisms, chiefly coliform bacilli; no acid-fast bacilli. Examination revealed two apertures at the right operation site. However, a probe passed into the anal canal showing that this was in fact a fistulain-ano. Crohn's disease was suspected.
Barium follow-through showed extensive Crohn's disease of the terminal ileum and the colon (Figs 1 &2).
Discussion
This is an example of how Crohn's disease may present to gynecologists. There are some special features of Crohn's disease which make it particularly liable to do this. By its granulomatous nature palpable masses may develop and at the same time the history may not implicate the alimentary system. Secondly, the process produces fissure formation in the bowel leading to adhesion and eventually fistula formation. This means the masses may adhere to the uterus or adnexa and even involve them in the inflammatory process. Eventually fistulous communication with the genital tract may occur. In Crohn's series 7% of female patients had a genital fistula (Crohn 1958 Mr A W, aged 62 History: In June 1966 the patient developed a severe polyarthritis commencing in the metacarpophalangeal joints of the hands, and spreading to the shoulders and knees. He was presumed to have rheumatoid arthritis, and was treated with phenylbutazone. He later developed ankle swelling, but there was no dyspnoea or chest pain, and he was referred for further investigation and treatment.
On examination (July 1966): He was afebrile, pale, and looked ill. Pulse 96 per minute, regular; blood pressure 130/95 mmHg; ankle cedema; no other signs of cardiac failure. Heart sounds soft, but otherwise normal. Painful limitation of shoulder movement, worse on the right, with extreme tenderness over the acromioclavicular joint. Limitation of finger flexion, but no swelling, and slight interosseous muscle wasting. Effusions in both knee joints, and large olecranon bursm, but no rheumatoid nodules. Investigations: Hb, WBC normal. ESR 69 mm in 1 hour (Westergren). Urine showed no abnormalities. Serum proteins 6-1 g/100 ml; electrophoresis shows decreased albumin and increased al and y globulin. Rose-Waaler test positive to a titre of 1/64. RA latex test positive. LE (Figs 1 & 2) . Joints: some doubtful erosions around metacarpophalangeal joints. Subsequent course: The phenylbutazone was increased. When seen one week later, he was obviously more ill, and was admitted to hospital. By this time he had developed elevation of the jugular venous pressure, with a positive Kussmaul's sign and pulsus paradoxus. Transient pericardial friction was heard.
The venous pressure and pulse rate continued to rise, indicating tamponade, and pericardial aspiration was attemped, but no fluid was
